The aim of this study was to assess the circadian variations of intragastric pH in 28 inpatients with chronic pancreatitis (mean (SD) age 46.8 (12.4) years) and in 14 controls (45.4 (9.8) 
The behaviour of gastric acid secretory function in the course of chronic pancreatitis and the correlation between gastric acid secretion and the presence or degree of exocrine pancreatic insufficiency, or both and impaired digestion are still highly controversial issues.
Whereas certain investigators,'-3 in studies of gastric aspirate after pentagastrin stimulation, have detected acid hypersecretion in chronic pancreatitis patients both in basal conditions and after stimulation, others, measuring acid output after a meal4 or analysing serum pepsinogen I concentrations,5 have reached diametrically opposite conclusions.
While the study of gastric acid secretion after hormonal stimulation with an exogenous secretagogue clearly does not constitute a physiological approach to the problem, the analysis of gastric aspirates collected over brief postprandial periods provides very precise information, though, unfortunately, it entails a very complex procedure and as such is particularly prone to errors of execution. 6 Twenty four hour pH metry, however, permits evaluation, in physiological conditions, of the circadian pattern of the gastric intraluminal gastric pH, which is closely correlated with changes in acid secretion. [7] [8] [9] [10] The aim of this study was to measure 24 hour intragastric pH in subjects suffering from chronic pancreatitis with and without severe exocrine pancreatic insufficiency and in the presence or absence of impaired digestion. (Fig 2) . with normal function (chronic pancreatitis-NF). In the postprandial periods there is an earlier drop in postprandial pH, the more severe the pancreatic insufficiency. In fact, when pH showed peak values in the postprandial periods P 1 and P2 (Fig 4) , it proved significantly lower in the chronic pancreatitis-SI group compared with the control group (P 1:
p<0001; P2: p<001) and with the chronic pancreatitis-MI plus chronic pancreatitis-NF groups, taken together (P1: p<0.01; P2: p<005), but not when the chronic pancreatitis-MI and chronic pancreatitis-NF groups were considered separately (Fig 4) . The lack of statistical significance in this last case is proba-I I I I I bly because of the very limited numbers of 9 20 In the same postprandial periods, the gastric similar patterns recorded, these last mucosa of the chronic pancreatitis-SI patients )groups of patients were also pooled was exposed for a significantly longer time r under the heading chronic pancreati-period to pH values of 2 or less (Fig 5) com--chronic pancreatitis-NF. pared with controls. Here again, a different bonate secretion was curtailed in all 13 trend was seen when chronic pancreatitis-MI pancreatitis patients with SI (a severe and chronic pancreatitis-NF were considered )n was found in eight and a moderate separately in comparison with controls, but the )n in five) and in three of the chronic differences failed to prove significant. titis patients with MI and NF (moder-A significant correlation was seen, more-.ction).
over, between median postprandial (P1 and is a close correlation between P2) pH values and lipase secretion (Fig 6) In a joint assessment of our data and those reported by Ovesen, 20 it can be seen that, in wfl the presence of severe pancreatic insufficiency, the greater and longer lasting postprandial gastric acidification may lead to a greater acidification of the duodenal areas most exposed to the gastric acid load.
On the other hand, as the severe lipase insufficiency (at least in our patients) is associated in most cases (62%) with a noticeable reduction in bicarbonate secretion, the poor intraluminal diffusion of bicarbonate may contribute towards increasing the acidity of the duodenojejunal milieu.
The mechanisms underlying the greater gastric acidification in the presence of exocrine pancreatic insufficiency are still only poorly known. 
